We wished to study the evolution from portal vein thrombosis to the formation of cavernous transfonmation, the extent of resulting extrahepatic collateral channels, and the patterns of splanchnic collateral circulation. To ascertain a possible cause of portal vein thrombosis that would have led to the formation of cavernous transformation in 75 patients, we reviewed the clinical history for all of these patients as well as previous medical records when available. We found the following causes of portal vein thrombosis in the 27 children: umbilical vein catheterization (n = 11), dehydration and shock (n = 7), coagulopathy
Materials and Methods

Between
and liver transplantation (n = 2); the cause was unknown in five. In adults, the causes included the following: and splenic hila, the pancreas, the pelvis, and the anterior abdominal wall. Hepatic arterial signals were sought at the porta hepatis and were described as normal, low, or high.
Results
In the nine patients with acute portal vein thrombosis, the vein was first filled and then distended by an echogenic clot.
Fenestrations of the clot occurred within a few days. These were later observed to be filled with flowing blood (Fig. 1) . Concurrently, tortuous vessels appeared at the porta hepatis (Figs. 2 and 3). Both venous blood flow and arterial blood flow were observed within these vessels. The formation ofthis spongelike mass (cavernoma) at the porta hepatis occurred within 6-20 days of the acute event. The previously normal-caliber portal vein could no longer be detected within the cavernoma.
In the remaining 66 patients, cavernous transformation was seen in all but two, in whom the main portal vein appeared normal, and cavernous transformation was limited to the right and left intrahepatic portal veins and a few segmental branches. Intrahepatic extension of the cavernous transformation was seen in 57 patients (76%) and involved one on more intrahepatic portal veins. The cavernous transformation extended into the liver around both right and left portal veins in 53 patients ( Fig. 1) (Fig. 4) . In ii patients, dilated penicholecystic veins shunted blood into a patent branch of the night portal vein (Figs. 3A-3C ).
We Cavernous transformation usually extends from the porta hepatis into the liven, around loban and/on segmental branches of the portal vein. Blood may be shunted from a healthy liven segment into an affected one. The time needed for cavernous transformation to form after acute pertal vein thrombosis is shorter than previously described-just a few days afterthe acute event. Despite extensive intnahepatic and extrahepatic shunts, portal hypertension persists.
